(or even 1 in 1,000), by limiting, if necessary, exposure to environmental tobacco smoke, our risk analysis would appear to be sufficient to drive that process. This is true because, even if the lower estimate of risk of 390 per 100,000 were reduced by factor of 2 or 3 (to take into account additional sources of uncertainty), it would still greatly exceed 1 per 100,000.
In this appendix, we confined our risk estimates to those arising under the assumptions that the causal summary rate ratio from the various epidemiologic studies was either 1.3 or 1.14 (the summary rate ratio from the U.S. studies). In Chapter 12 it was concluded that, considering the evidence as a whole, exposure to ETS increases the rate of lung cancer among nonsmokers. Furthermore, it was concluded that our best overall estimate of the causal summary rate ratio from the 13 studies was about 1.3. In light of this conclusion about causation, for purposes of making public health decisions for the United States, it would seem prudent to operate under the assumption that the true summary rate ratio was most likely 1.3 and at least 1.14 (even though values less than 1.14 cannot be excluded). We therefore did not prepare estimates for values less than 1.14.
We also did not make risk estimates under the assumption that the causal summary rate ratio was greater than 1.3, largely because the estimated lifetime risk of lung cancer at this rate ratio of 1.3 was sufficiently large that it did not seem important to quantify how large the lifetime risk might be if the true causal rate ratio were 1.48 (the 95% upper confidence limit for the summary rate ratio of 1.3). Finally, it would have been helpful to be able to compare estimates of risk derived from the 13 epidemiologic studies of nonsmokers exposed to ETS with independent estimates based on dosimetric measurements made in active and passive smokers. Unfortunately, as discussed in Section D-2, uncertainties in the identity and dose of the active carcinogens in ETS and mainstream smoke effectively preclude this possibility at this time.
TECHNICAL DISCUSSIONS
Estimation of the True Relative Risk
Method 1
The assumptions presented in Section D-l above are replaced by more formal assumptions:e can know the lifetime risk of ETS-caused lung cancer in nonsmokers within a factor of 2 to 6, is this degree of accuracy sufficient for our purposes? Obviously, it depends on the purpose. If there were a regulatory process through which we wished to ensure that the lifetime risk of lung cancer attributable to ETS among nonsmokers would be no greater than 1 in 100,000 Sleight. Beta blockade during
